Chronic adhesive leptomeningitis of the upper cervical spinal cord may be associated with severe muscular atrophy and spastic paraplegia, with histological evidence of degeneration of anterior horn cells and lateral columns, and present with the syndrome of amyotrophic lateral sclerosis (ALS). The essential features of ALS were first described in 1869 by Charcot and Joffroy and, in one of their two cases, a hypertrophic cervical meningitis was found at necropsy.
Racemose cysticercosis of long standing, affecting the cerebral ventricular system and the posterior fossa, is frequently accompanied by fibrous adherent thickening of the basal leptomeninges. If this process is severe and extends to involve the meninges investing the cervical cord, amyotrophy and spastic paresis may occur (Meyer, 1906; Redalie, 1921; Guillain, Perisson, Bertrand, and Schmite, 1927; Guillain, Bertrand, and Thurel, 1933; Lopez and Feijoo, 1936) . These features may be found in combination with the better-known clinical manifestations of intracerebral cysticercosis-namely, epilepsy and symptoms of raised intracranial pressure.
A clinicopathological study of a patient is presented to illustrate these facts. CENTRAL NERVOUS SYSTEM The cerebral convexities appeared normal on external examination. Dense adhesions bound the cerebellum to the dura mater of the posterior fossa, and a thick mass of fibrous tissue was adherent to the anterior rim of the foramen magnum and encircled the brain-stem. The entire basal surface of the brain was covered by a thick grey membrane, dense over the medial structures, and this gross adhesive leptomeningitis extended from the interpeduncular cistern, over the brain-stem, into the spinal canal. The ventriculocaval shunt was patent. Coronal sections of the fixed brain showed small lateral ventricles. Four calcified cysts, 0 3 to 0 4 cm in diameter, were found in the cerebrum. One cyst was in the left superior frontal gyrus, and three were in sulci. (Fig. 3) .
Severe neurogenic atrophy was seen in sections of the small muscles of the hand, thenar, forearm muscles, hamstrings, quadriceps femoris, and tibialis anterior muscles (Fig. 4) . Calcified cysts were demonstrated in shoulder girdle and proximal thigh muscles. Other organs examined showed no relevant changes.
DISCUSSION
The case presented had three clinical syndromes which correlated with the neuropathological findings. Focal and generalized epilepsy was due to calcified encysted larvae in the cerebrum. Symptoms of raised intracranial pressure and nerve root irritation resulted from basal leptomeningitis and obstruction of the outlet foramina Arana and Asenjo, 1945; Stepien, 1962) . Some reports of spinal cord involvement deal with the rare finding of an intramedullary cyst (Cabiese, Vallenas, and Landa, 1959; Dixon and Lipscomb, 1961; Hesketh, 1965 (1961) , have studied the fine structure of the cyst membrane, in the basal, racemose form, and concluded that the metabolites of the parasite exert an influence on the host tissue by leakage through a digestive pore. Trelles et al. (1967) emphasize the importance of the inflammatory reaction, which amounts to a true encephalitis, and above all the predominant vascular lesions.
The histopathology of the basal meningeal reaction in the present case corresponded very closely with the description of Trelles, notably in the occurrence of large giant cells seen exclusively in the inner lamina of inflammatory cells surrounding the degenerate larval remains, and also in that, while there was prominent vascular involvement, true endarteritis was exceptional. This does not exclude the possibility of mild ischaemic changes or more severe sequelae of vascular insufficiency in the vicinity of the affected vessels.
In 1925 Purdon Martin coined the term 'amyotrophic meningo-encephalitis' to describe the pathology of spinal progressive muscular atrophy associated with syphilis, and in his cases the vascular abnormalities were by contrast, widespread, severe and typically obliterative. In the disease under discussion, the relative importance of toxic, immunological, and ischaemic factors, in producing changes in the spinal cord, and the resulting clinical manifestations, cannot be completely determined. However, the degree of vascular involvement in the investing membranes and spinal cord substance suggests that ischaemia may at least in part have contributed to the neuronal destruction and resulting amyotrophy.
The rarity of the combination of calcified cerebral cysts and the racemose larvae is reflected in the retrospective statistical survey made by Barrientos, Schirmer, Schenone, Aranda, Concha, and Rojas (1967) . In their review of 5,132 necropsies at Santiago Psychiatric Hospital there were 31 examples of hydatid disease and 39 cases of cysticercosis, of which 36 were cerebral, and of the latter 23 were cystic, 11 racemose, and only two combined both forms. No mention was made of pathological changes in the spinal cord.
Reports which include paraparesis, or the symptomatology of ALS in cysticercosis of the nervous system are rare (L6pez and Feijoo, 1936; Dixon and Lipscomb, 1961; Martinez, 1961) .
Full necropsy reports which include examination of the spinal cord are extremely uncommon, and none is recent. Meyer (1906) (1927, 1933) described cases with similar pathological changes including degenerative features in the neurones and fasciculi of the spinal cord.
With regard to surgical treatment, Dixon and Lipscomb (1961) concluded that decompression for intracranial hypertension due to obstruction to the cerebrospinal fluid was rarely successful, but one case is quoted (case 279) in which removal of a large arachnoid cyst from the cisterna magna resulted in marked improvement for four years, after which the patient's condition deteriorated progressively. It is of interest that no case has been recorded in the literature, or could be found on review of the records of the Royal Army Medical College, of a patient having had a ventriculocaval shunt in obstructive hydrocephalus due to cysticercous leptomeningitis. In the present case the patient's symptoms of raised pressure were successfully alleviated by means of the Pudenz ventriculocaval shunt procedure. Kassis, Nathanson, and Tinsley (1967) suggest that a shunt is contraindicated because of the possibility of haematogenous spread of the cysts. No evidence of this was revealed in this case.
In Great Britain most cases of this disease have occurred in soldiers or their relatives who have lived in India. This applied particularly to the period preceding 1930, when stricter hygienic measures were instituted in the affected parts of India. Dixon and Smithers (1935) 
